Atrial tachycardia is a relatively uncommon form of SVT. Atrial tachycardia can be observed in persons with normal heart and in those with congenital heart disease and particularly after surgery for repair or correction of congenital or valvular heart disease. Atrial outside the usual anatomic boundaries of the atrial such as pulmonary venous ostia. 7, 8 Al though atrial tachycardia tends to originate along the crista terminalis, atrial appendages, tricuspid annulus. Other sites are possible these sites are common for automaticity or triggered activity. 9, 10 Additionally disease processes or age related degeneration of atria may give rise to arrhythmogenic substrate. In 1997, Prasantha et al. reported about a new entity of adenosine sensitive atrial tachycardia probably due to focal reentry within the atrioventricular nodal transitional area but this unusual site. Other uncommon sites of focal atrial conduction are those originating superior venacava. 11 Pathophysiology Several pathologic mechanisms have been ascribed to atrial tachycardia. These mechanism scan be differentiated based on their electrophysiological mechanism. These are enhance & automaticity, triggered or micro reentrant mechanism.
Introduction:
Any supravertricular tachycardia (SVT) that requires only atrial tissue for its initiation and maintenance can properly be considered as atrial tachyarrhythmia. 1 Atrial tachycardia can be defined as supravertricular tachycardia that does not require atrioventricular junction, accessory pathways or ventricular tissue for initiation and maintenance of tachycardia. 2 In 2001 the joint expert group from the working group of arrhythmias of European Society of Cardiology and North American Society of Pacing and electro physiology (Now called Heart Rhythm Society) classified regular atrial tachycardia according electro physiologic mechanism and anatomy. The Joint expert group defined "Focal atrial tachycardia as being characterized by atrial activation starting rhythmically at a small area (focus) from where it spreads antrifugally". 3 This definition indicates that arrhythmia arises from an area that is smaller than would be required for classical macro reentry. Atrial tachycardia can be observed in persons with normal heart and in those with congenital heart disease and particularly after surgery for repair or correction of congenital or valvular heart disease. 4 Although a relatively uncommon form of SVT, atrial tachycardia tends to refractory to pharmacologic therapy and is therefore frequently treated with ablative therapy.
Atrial fibrillation and Atrial flutter although fulfilling this definition of atrial tachycardia and typically identified as specific entities. Atrial tachycardia is a subset of supraventricular tachycardia, rate of which is variable ranges from 100-250 b/min. 4 Atrial tachycardia most commonly is seen in children with congenital heart disease in whom cardiac surgery has been performed. It also occurs in children with cardiac surgery has or congenital heart disease and may result in significant morbidity. 4 
Epidimiology
Atrial tachycardia is relatively rare constituting 5%-15% of all supraventricular tachycardia. 4 Foetal arrhythmias occur in approximately in 1-2% of pregnancy of which 5-8% due to non-sinus tachycardia. In children and infants without cardiac surgery primary atrial tachycardia appears throughout the infancy and childhood and accounts for 14% of supraventricular cases. 5 Based estimated prevalence of SVT of 1 in 200 to 400 children the prevalence of primary atrial tachycardia in children is approximately 0.03 to 0.08 percent . By comparison ectopic atrial tachycardia in adult males was 0.34 percent. 6 outside the usual anatomic boundaries of the atrial such as pulmonary venous ostia. 7, 8 Al though atrial tachycardia tends to originate along the crista terminalis, atrial appendages, tricuspid annulus. Other sites are possible these sites are common for automaticity or triggered activity. 9, 10 Additionally disease processes or age related degeneration of atria may give rise to arrhythmogenic substrate. In 1997, Prasantha et al. reported about a new entity of adenosine sensitive atrial tachycardia probably due to focal reentry within the atrioventricular nodal transitional area but this unusual site. Other uncommon sites of focal atrial conduction are those originating superior venacava. 11
Pathophysiology
Several pathologic mechanisms have been ascribed to atrial tachycardia. These mechanism scan be differentiated based on their electrophysiological mechanism. These are enhance & automaticity, triggered or micro reentrant mechanism.
Enhanced Automaticity
Automatic Atrial tachycardia is observed both in patients with normal heart structure and is those with organic heart disease. Tachycardia typically exhibits a warm up phenomenon during which atrial rate gradually accelerate after its initiation and slows prior to termination. 12 It is rarely initiated or termination by a single atrial stimulation or rapid atrial pacing, but it may be transiently suppressed by overdrive pacing. Carotid sinus massage and adenosines do not terminate this-tachycardia if they produce a transient atrioventricular block. Electric cardioversion is ineffective. 11
Triggered Activity
Triggered activity is due to delayed after depolarization which are low amplitude oscillations occurring at the end of action potential. If these oscillations are of sufficient amplitude to reach threshold potential, depolarization occurs again and spontaneously action potential is generated. If single it is atrial ectopic. If it recurs and spontaneous depolarization continues a sustained tachycardia may result. This can be induced with rapid atrial pacing example is digitalis intoxication, characteristically this arrhythmia can be initiated, accelerated, and terminated by rapid atrial pacing but no entrainment, tachycardia initiation is cycle length dependent. 12 It may be sensitive to physiologic and pharmacologic maneuver such as adenosine, verapamil and beta blockers. 11
Reentrant tachycardia is two types a) Macro reentry b) Micro reentry. a) Macro reentry -is usual mechanism in atrial flutter and in scar and incision related (Post surgical) atrial tachycardia. The more common and recognized form atrial tachycardia seen with advent of pulmonary vein isolation and linear ablation procedures is left atrial tachycardia. These tachycardia may be self limiting. 8, 13 b) Micro reentry-can arise in a small focal area such as sinus node reentry. Reentry tachycardia arises suddenly, terminates suddenly, and is paroxymal. 8, 11, 13 
Classification
Atrial tachycardia can be classified according to endocardial activation mapping data, pathophysiological mechanisms and anatomy. 15 Ø Focal atrial tachycardia (due to automatic, triggered or microrentry mechanism) Ø Macroreentrant atrial tachycardia (including isthmus dependent atrial flutter and others originating from right or left.
Ø Multifocal atrial tachycardia (MAT)-is a rare arrhythmia in childhood and in often related to underline heart or lung disease. 3
Aetiology
Atrial tachycardia can occur with normal structural heart disease or in patients with organic heart Unusual forms of atrial tachycardia can be seen in patients with infiltrative process involving the pericardium and, by extension, the arterial wall.
Incessant Atrial Tachycardia Resulting In Cardiomyopathy
The term incessant is applied to an Atrial tachycardia when atrial tachycardia is present for at least ninety percent of the time a patient is monitored. 2 Incessant atrial tachycardia is often found in other wise normal young individuals including children although it may occur with organic heart disease. 17, 18, 19, 26 The rate tends to be faster during the day than at night and it may increase with exercise or pregnancy.
In whom the rhythm is incessant may develop atrial tachycardia induced cardiomyopathy. 26 In case reports and small series of patient with atrial tachycardia induced cardiomyopathy frequently have complete resolution of left ventricular dysfunction with successful radiofrequency catheter ablation of atrial focus. 27, 28 Clinical Feature: Patient with focal atrial tachycardia usually present with episodic or paroxysmal tachycardia Typically atrial tachycardia manifests as a sudden onset of palpitation. If atrial tachycardia due to enhanced automaticity it may be non-sustained but repetitive or continuous or sustained as in reentrant forms of atrial tachycardia. 11 Patient may present with tachycardia that gradually speeds up soon after its onset (Warm up phenomenon). 12 Patient may report dyspnoea, dizziness, light headedness fatigue or chest pressure. Patient may have symptom of underlying disease.
The primary abnormality noted upon physical examination is rapid pulse rate. In most situations it is regular. However in multifocal atrial tachycardia pulse may be irregular. Blood pressure may be low in patients presenting with fatigue, light-headedness or presyncope. The cardiovascular examination should be aimed at excluding heart diseases such as valvular heart disease and evidence of tachycardia induced cardiomyopathy. 29 
Diagnosis a) Electrocardiographic feature:
ECG features of atrial tachycardia include P wave morphology and axis, PR interval, P-P interval variation. Typically, an isoelectric line is seen between consecutive P waves, while no line is seen with macro reentrant arrhythmia (eg. Atrial flutter). 3 In most cases PR interval is shorter than RP interval. In the presence of preexisting A-V nodal conduction delay, PR interval may be longer than RP interval.
Before planning electro physiology study P wave morphology is very helpful to guide electrophysiological procedure. The most helpful ECG leads are aVL and V, in distinguishing right from left atrial focus. 30, 31, 32, 33 A positive or biphasic P wave in aVL is most likely associated with a RA focus (sensitivity 88% and specificity 79%). 30 A positive P wave in V, is closely associated with a LA focus (sensitivity 93% and specificity 88%). 30 Right atrium -A focus high in crista terminalis has upright P waves, foci at inferior crista terminalis have inverted P wave in II, III, aVF 31 deep negative P waves in inferior leads and is suggest tricuspid ring. 34 
Catheter Ablation
Catheter ablation of atrial tachycardia largely depends upon atrial activation mapping to identify an endocardial atrial site that is activated earlier than any other site. Timing is commonly referenced to the surface P wave. Successful ablation site is typically activated 30ms or more prior to onset surfaces P wave. Other mapping techniques, including pace mapping during sinus rhythm and entrainment mapping during tachycardia are occasionally employed.
Prognosis
In patients with structurally normal heart, atrial tachycardia is associated with a low mortality rate. However tachycardia induced cardiomyopathy has been associated in patients in whom the rhythm is incessant. In case reports and small series of patients atrial tachycardia induced cardiomyopathy frequently have complete resolution of left ventricular dysfunction with successful radio frequency ablation of atrial focus. 27, 28 ACC / AHA/ ESC 2003 Guideline cites the high success rate (86%) and low recurrence rate (8%) shown by pooled data from 514 patients who had catheter ablation for focal atrial tachycardia. 20
Conclusion:
Atrial tachycardia is a rare type of SVT. It is often drug resistant. Atrial tachycardia is often incessant and can produce tachycardia-induced cardiomyopathy. But this cardiomyopathy can be prevented and reversed by radio frequency ablation of the arrhythmia.
